signal at 2q11.2 (Fig. 1B) .
To narrow the genomic position of BRRN1, primer set II was used to PCR-screen the radiation hybrid panel RH3 (Research Genetics). The resulting positive-signal matrix established that BRRN1 is linked to loci D2S113 and D2S2311 with lod scores of 11.1636 and 6.37, respectively. The map During mitotic cell division genetic information is accu-order in this region is SHGC 14343-D2S113-BRRN1-rately transferred by the equal partitioning of a complete set D2S2187-D2S2311 as defined by radiation hybrid panel posof chromosomes from the mother to each of the two daughter itive-signal matrixes. D2S113 is contained in YACs 847A1, cells. DNA replication is the initial step of cell division and 707E9, and 918H7, marking the most centromeric boundary is followed by cell progression to mitosis. Sister kinetochores of contig WC2.8. We were unable to detect BRRN1-specific attach each chromatid to spindle microtubules, bringing PCR amplification products from these YACs, nor did we find about chromosome alignment at the metaphase plate (8). Sis-D2S113 PCR products in BRRN1-containing YAC 539D8. ter chromatids remain bound until all chromosomes are These results unequivocally demonstrate that BRRN1-conaligned and their cohesion is synchronously relieved at the taining YAC clone 539D8 maps to 2q11.2, consistent with anaphase transition (12).
the results from Southern hybridization on chromosome 2 Two mechanisms have been proposed to account for sister monochromosomal hybrid DNA. Furthermore, these data chromatid cohesion: (i) the existence of adhesion proteins that clarify the position of D2S113 and anchor the centromeremust be degraded at anaphase (6, 13) and (ii) the presence proximal end of WC2.8 at 2q11.2. The map position assigned of DNA catenation sites subsequent to replication that are to BRRN1 as the result of this study does not correspond to resolved by topoisomerase II (7).
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